Evidence Supports Validity of Seasonal Affective Disorder
Dear Editor:
We were surprised to read in a recent editorial that Dr Paul Grof questions the validity of the diagnosis of seasonal affective disorder (SAD). He writes that "the evidence for the existence of SAD itself is still missing, more than 20 years after it was proposed. In clinical course, genetic, and treatment studies, there is still no convincing justification for the diagnosis of an independent seasonal illness" (1, p 124 ). This statement seems based more on idiosyncratic opinion than on scientific evidence. First, it is worth clarifying that the DSM-IV classifies SAD as a seasonal pattern specifier for major depressive disorder (MDD) (2) , and hence, it is regarded as a subtype of depression rather than an independent diagnostic category. Second, there is ample evidence to demonstrate that seasonal pattern is a valid specifier for MDD and that light therapy is an effective treatment for SAD. Since the condition was first described in 1984, nearly 1000 articles have been indexed on Medline under the heading, "seasonal affective disorder." Indeed, extensive reviews support an argument that there is more evidence for the validity of SAD than for many other well-recognised depressive subtypes, including bipolar II disorder, atypical depression, and postpartum depression (3, 4) . SAD and its treatment have also been comprehensively reviewed and included in Canadian (5), American (6) , and international (7) evidence-based guidelines for the treatment of depressive disorders. We suggest that it is time to leave behind the argument of whether SAD is a valid diagnosis and concentrate instead upon determining the pathophysiology and most effective methods of identifying and treating this prevalent and disabling subtype of depression. 4 Axelsson and others' recent article concerning the prevalence of seasonal affective disorder (SAD) in people of Icelandic decent makes for interesting reading (1). The authors report that people of wholly Icelandic descent living in Winnipeg, Manitoba, show significantly lower rates of seasonality than do residents of non-Icelandic decent (as measured by the Seasonal Pattern Assessment Questionnaire [SPAQ] [2] ). This finding complements those of an earlier study conducted in the Interlake District of Manitoba (3). The authors conclude that genetic factors play an important role in the etiology of SAD, and they express some doubt regarding the veracity of the "latitude hypothesis," which posits a higher prevalence of SAD in more northern latitudes, owing to the shorter winter day.
An earlier review of epidemiological studies in this area did not find a significant overall correlation between prevalence of SAD and latitude (r [n = 13] = 0.07, P = 0.42) (4). However, the authors did observe meaningful correlations between SAD and latitude when the studies were split into those conducted in North America (r [n = 7] = 0.90, P = 0.003) and those conducted in Europe (r [n = 6] = 0.70, P = 0.06). While this review provided a useful contribution, it had some limitations: it included several studies not published in peer-reviewed journals, and it omitted published work conducted in areas outside North America and Europe.
To further inform this issue, we performed a slightly different quantitative synthesis of the literature. We included all peer-reviewed studies published before October 2000 that examined the prevalence of SAD using the SPAQ (n = 22), irrespective of the country in which they were conducted. We analyzed the studies in 2 separate categories: those conducted in general population samples (which are more representative of overall prevalence at any given latitude) and those performed in specific subpopulations. Where studies had been performed over several latitudes, we calculated mean prevalence rates and latitudes.
The results of this analysis showed a significant correlation between SAD and latitude in the general population studies (r [n = 12] = 0.66, P = 0.019) and an insignificant correlation in the specific subgroup studies (r [n = 10] = 0.34, P = 0.34).
Our results suggest that the prevalence of SAD in the general population does increase with higher latitude, consistent with the latitude hypothesis. However, although latitude does reflect the daily photoperiod in a given location, it is likely to be only a crude measure of other variables, such as climatic conditions. These studies are also limited by the fact that the SPAQ does not provide clinical diagnoses. We agree with Axelsson and others' view (1) that SAD probably has a complex etiology and pathophysiology (5) influenced by several variables, such as environment, genetics, sociocultural context, and psychosocial factors. Nevertheless, given the study results, we do not wish to potentially "throw the baby out with the bathwater" and discontinue studying the relation between SAD and latitude.
